Proceedings of the Royal Society of Medicine 28 ment of consciousness. When the pressure in the suit was released the blood pressure rapidly fell and the patient lost consciousness.
Pressure on the carotid sinus did not result in significant alteration in pulse-rate or blood pressure. The Flack test resulted in a fall of blood pressure from 170/95 to 140/90. Passive elevation of the hand and forearm, on the side in which the blood pressure was measured with the patient lying down, resulted in a fall from 175/105 to 140/70. This finding suggests that defective vasomotor control is also present in the upper limbs and explains the fall in blood pressure with the "G" suit inflated.
Observations have shown that sweating was completely absent below the umbilicus and at least below the elbows. Heating the trunk and arms for one and a half hours resulted in a slow rise of temperature in the legs of 30 C. and cooling of the trunk with immersion of the hands in ice, a fall of 40 C. in the lower limbs. Scratching of the skin failed to produce a flare below the elbows or mid-thighs.
A normal increase in blood pressure was produced by adrenaline and ephedrine, though there was little change in pulse rate. Atropine (gr. 1/100 subcutaneous) also produced a rise of blood pressure without effect on pulse-rate. Although after administration of vasoconstrictor drugs the blood pressure still fell on standing, it was noted that the rise on resuming the recumbent position was considerably greater than would otherwise be produced. The subcutaneous injection of pilocarpine nitrate (gr. 1/5) produced marked sweating of the hands and arms but not below the level of the mid-thighs.
She had a grossly atonic bladder with an enormous capacity and residual urine of 7 oz.
Treatment has included regulation of the diabetes but so far the signs of polyneuritis have not changed. The blood calcium, in spite of very large doses of calciferol (250,000 units/day) remains unchanged. With the idea that increasing the blood volume might reduce the frequency of the attacks, cortisone (50 mg./day) and extra salt were tried. Possibly due to these measures there have been no further attacks during the past four months. I-istory.-An only child of healthy parents, he was born by casarean section. His early development was normal and he had had no serious illnesses.
From the age of 6 months, he had had attacks of headache, vomiting and drowsiness recurrng every two or three months and lasting a few hours. For three months before admission, his vision had been failing. On Dr. W. BLACKWOOD, F.R.C.S., reports: "The whole matter contains only a loose network of myelinated nerve fibres, with many swollen astrocytes and astrocytic fibres. Around the blood vessels there are phagocytes containing both sudanophilic material and some slender anisotropic crystals. The deepest layers of the cortex show loss of nerve cells and reactionary astrocytic gliosis though most of the cortex appears healthy. The leptomeninges and subarachnoid vessels are normal. This appears to be a subacute or chronic process, the exact cause and nature of which is not revealed by the specimen. It does not have the anatomical delimitation of Schilder's disease. A vascular etiology cannot be excluded." [February 2, 1956] Premorbid Literacy, and the Pattern of Subsequent Aphasia [Resume] By MACDONALD CRITCHLEY, M.D.
CLINICAL experience does not support the belief that aphasia is rare in illiterate persons.
At the same time we do not know whether the picture of the aphasia in such individuals is unusual in its manifestations or prognosis. The situation may in other words resemble that of aphasia in a child. The problem is not a simple one; degrees of illiteracy occur and brain disease in an illiterate may often be accompanied by mutism or delirium which renders examination of the speech mechanism very difficult. The speech mechanism of poorly educated persons consisting as it does of numerous recurring modifiers, cliches, and other forms of inferior speech, stands up comparatively well to aphasia-producing lesions. In the case of brain injury to animals, it can be said that it is very difficult to obliterate animal "language" by experimental methods.
At the other end of the scale lie patients whose premorbid linguistic ability has been of a very high order. Although it is impossible to produce actual proof, it can be submitted that a highly evolved, very efficient faculty of language, spoken or written, may be expected to prove relatively sensitive to the effects of acquired cerebral disease. In other words aphasia m hen it occurs in an orator, wit, poet or scholarly writer, may prove to be far more severe and more protracted than in a person of mediocre attainments in the realm of language.
The question of the pattern of aphasia as occurring in a bilingual or polyglot subject is much more complicated than is suggested by the work of Ribot and of Pitres. Exceptions to the "laws" laid down by these writers are very common indeed, and it is actually unusual for an aphasiac to revert to his long-neglected mother-tongue. Many factors complicate the picture, including (1) Questions of habitual usage. Here Pitres differed from Ribot by emphasizing that the more familiar tongue might be spared rather than the original language.
(2) The nature of the different languages in which a polyglot is skilled may influence the final aphasic picture. Sometimes, for example, a "dead" language is better retained than a living language, especially if it entails visual symbols of an unusual and significant kind. (3) The polyglot may speak better in the language employed by his entourage, irrespective of whether it was his earliest or even his most familiar tongue. (4) In the case of bilingual subjects the two languages might ordinarily have been employed quite differently, e.g. in speaking to servants as opposed to social and business acquaintances. This difference may be a factor in determining the pattern of the aphasia. (5) The aphasic polyglot may choose to speak in a particular language according to the topic under discussion. (6) Most important of all is the existence of a particularly strong emotional attachment which a polyglot might possess towards one language in his repertoire. This is rather borne out by the language behaviour of polyglots in other circumstances, e.g. in psychoses, in hysteria, in various organic but non-aphasic brain lesions, in dream-states and under psycho-analysis. According to Krapf a polyglot tends to use a language which in any given situation is least likely to cause anxiety and is most suited to give him a feeling of security.
The "rules" of polyglot aphasia therefore need restatement. The polyglot aphasiac (like any other aphasic patient) has a language-performance which depends largely upon his environment and upon the immediate circumstances. His verbal behaviour may be quite different in his home circle from in the clinic; in the company of a congenial intimate, than when surrounded by a critical audience. His reduced command of language may therefore be characterized by inconsistencies. On the whole the polyglot will utilize whichever language fits most easily into the immediate environment, whether by dint of the personality or nationality of the interlocutor; or because of the topic under discussion; or because of
